In the preliminary paper of our own , it was reported that vitamin E could inhibit, to some extent, the H2O2 induced platelet aggregation.
The present investigation was undertaken to extend further this study on the relationship between the vitamin E and H2O2 induced platelet aggregation. For each one of control and experimental tubes , a blank tube, in which distilled water substituted for PRP, was provided. This was necessary , because even the content of a blank tube, which did not contain any platelet, developed a color when heated with TBA reagent, if it contained H2O2. The amount of malonaldehyde (MA) present in the sample was calculated by the formula described by Okuma et al. (1970) .
MATERIALS AND METHODS
To examine the effect of an increase of the osmotic pressure of external medium on the platelet aggregation, dextran, sodium chloride and sucrose were used.
Dextran (mole cular weight 61,500) was dissolved in IBS at the a concentration of 11 .6 mM and was added to PRP to give the final concentrations of 0 .5 to 0.75 mM. Sodium chloride or sucrose was added as solid to PRP.
RESULTS

Effects of vitamin E-acetate and vitamin E-nicotinate on the platelet aggregation
The H2O2 induced platelet aggregation was inhibited , to some extent, by both vitamin E-acetate and vitamin E-nicotinate at the final concentration of 0 .1 to 0.25 mM. Vitamin E-nicotinate was more effective than vitamin E-acetate in suppressing the H2O2 induced platelet aggregation (Table 1 and Figs . 1 and 2) .
The maximum level of the H202 induced platelet aggregation was descreased to about 60% of the original level by the preincubation of PRP with vitamin E nicotinate at the final concentration of 0.25 mM at room temperature for one hr (Table 1 and Fig. 2) .
The ADP-induced platelet aggregation , however, was not inhibited by vitamin E-acetate, and was slightly inhibited by vitamin E-nicotinate at the final concen tration of 0.1 to 0.25 mM ( The platelet aggregation induced by ADP , however, was not suppressed by these agents at the same concentration . 
Effects of vitamin E-nicotinate on the lipid peroxidation of platelets
The amount of lipid peroxide break down products as measured by the TBA reaction was decreased by the preincubation of platelet suspension with vitamin E-nicotinate at a final concentration ranging from 0 .25 to 0.4 mM, as shown in Table 3 and Fig. 3 .
Effects of sodium chloride, dextran and sucrose on the platelet aggregation Dextran (molecular weight 61 ,500) had a minimal effect on both the H202-induced and the ADP-induced platelet aggregations when added at the final c on centration of 0.5 to 0.75 mM.
Sucrose, at the final concentration of 100 mM , had a marked inhibitory effect upon, the H2O2 induced platelet aggregation , while it had no effect on the ADP -induced platelet aggregation (Fig. 4) . The phenomenon of platelet aggregation may play a critical role in the early stage of hemostasis and/or thrombosis (Owren 1965; Born 1972) . As reported previously, platelets can be aggregated by H,O, in vitro (Higashi et al. 1972 ).
H2O2 can be produced in an excess in normal polymorphonuclear leukocytes during phagocytosis and be released and may act on glucose-6-phosphate dehydro genase-deficient erythrocytes as an oxidant stress to cause a decrease of the reduced glutathione level and hemolysis, as demonstrated by Baehner et al. (1971 Younkin et al. (1971) have studied on the mechanism of the hydrogen peroxide hemolysis and its reversal with phenols. They have suggested that lipid peroxida tion causes hemolysis through membrane damage resulting in colloid osmotic lysis , and that vitamin E prevents H2O2 induced hemolysis by acting as a phenolic antioxidant, which is capable of neutralizing free radicals and thereby terminates chain reaction-type lipid peroxidation. It, thus , appears that the similar, if not identical, mechanism may operate, as far as the process of membrane damage is concerned, in both the H2O2 induced platelet aggregation and the H 2O2 -induced hemolysis. In the case of platelets , however, the permeability change and/or disruption of membrane due to H202 might result in the release of ADP , which in turn cause the platelet aggregation , as suggested previously (Higashi et al. 1972) .
In view of the important role of platelet aggregation in the development of occlusive vascular disease, it has been generally accepted that studies on the inhibi tors of platelet aggregtion may have a potential value for the prevention of such a disease (Marcus 1969) .
It is interesting to note in literatures that thrombosis was discovered in fetal rats dying in mothers which were vitamin E deficient (Mason 1943) , and that the chicks fed on the vitamin E-deficient diet may develop cerebellar capillary Also vitamin E has the antithrombic activity (Zierler et al. 1948 ). On the basis of these data of previous investigators and of our own, it may be suggested that vitamin E may play an important role in prevention of thrombosis and related conditions.
